The case of a previously healthy I7-year-old youth who presented with a fatal cerebral infarct is described. A localized defect in the anterior left ventricular myocardium with overlying thrombus, and left ventricular hypertrophy were found at necropsy. An old infarct was found in the left kidney. There were no signs of ischaemic or inflammatory heart disease. The possible origins of the lesion are discussed.
The patient was admitted to the neurosurgical unit of the Newcastle General Hospital because of right hemiplegia with aphasia of sudden onset. There was no history of trauma or evidence of external injury. Skull xray and cerebrospinal fluid analysis were normal. He was referred to the cardiology department because of an irregular pulse and cardiac enlargement. A history taken from his parents and family doctor revealed that he had been a healthy young man who had regularly engaged in energetic outdoor sports until the day of admission. He had not suffered from any serious illnesses and there had not been any symptoms of rheumatic fever or of cardiac dysfunction. On examination he was a welldeveloped young man who appeared healthy apart from an obvious right hemiplegia with motor aphasia. He was alert and co-operative. There was no clubbing or cyanosis. (Cooper et al., I972) .
Clinical progress
The patient gradually deteriorated over the subsequent 48 hours, developing signs of increasing cerebral oedema despite parenteral administration of corticosteroids and mannitol. He developed cardiorespiratory arrest on the fourth hospital day and attempted resuscitation was unsuccessful. A necropsy was performed I2 hours post mortem.
Necropsy findings
The major findings were in the brain and heart. The skuIl and dura were normal. The brain weighed I440 g. There was a prominent left tentorial pressure cone and the left cerebral hemisphere appeared swollen, with flattening of the convolutions and haemorrhages into the cortex. Circle of Willis and internal carotid arteries were normal and no major occlusions were seen. On section there was extensive recent infarction in the territory of the left middle cerebral artery. This focally haemorrhagic infarction involved the cortex of the frontal and parietal lobes and adjacent white matter.
The heart weighed 42o g. Systemic venous drainage and right atrium were normal, and pulmonary valve was normal. The right ventricular cavity was normal with a wall thickness up to 3 mm. Pulmonary veins, left atrium, and mitral valve were normal. The left ventricle was hypertrophied and dilated, the myocardial thickness measuring up to i8 mm. Near the apex there were two (Fig. 2) . On the internal aspect, these areas were overlaid by a complex network of malformed, thin trabeculae, many of which showed subendocardial fibrosis. Thrombus was enmeshed between these trabeculae. The remainder of the left ventricle appeared normal as did the aortic valve. The coronary ostia were patent and the coronary artery distributions were normal. The internal surfaces of the coronary arteries were normal and no occlusions were found in any of the major branches.
The left kidney weighed 130 g. There was a depressed scar on the cortex measuring 15 X 7 x 5 mm. The capsule was adherent in this area.
No other gross abnormalities were present.
Microscopical examination
Brain x39.)
group.bmj.com on June 22, 2017 -Published by http://heart.bmj.com/ Downloaded from with normal origin, size, and distribution which are without occlusion or narrowing and which show no evidence of inflammatory or degenerative arterial disease. Furthermore, there is no demonstrable source of coronary emboli apart from the left ventricular lesion itself. The absence of inflammatory or fibrotic changes in the lesion or the rest of the left ventricle is evidence against a previous inflammatory condition being responsible for the lesion. Therefore, the possibility of a developmental abnormality is more likely. Congenital aplasia or absence of the myocardium has been described by Uhl (I952) and several further cases have been reported since (Diaz et al., 1973) . These cases demonstrate a primary congenital defect, with abnormal development of the primordium of the right ventricular myocardium. The same morphological and histological appearance in our patient may indicate a similar abnormality occurring in the left heart. The reason for left ventricular hypertrophy in our case is obscure, but possibilities include undetected previous arterial hypertension and hypertrophy compensatory for the myocardial defect, as a result of disordered left ventricular contraction. 
